no evidence of pressure on superior vena cava (cyanosis, clubbing of fingers, venous congestion, cedema, etc.); pupils equal and react normally to light and accommodation; lung expansion equal on two sides; no tracheal tug; ophthalmoscopic examination: arteries of fundi tortuous, thickened and " silver-wire " in appearance; discs normal; no heemorrhagic exudates.
I think this case exemplifies the difficulty in the differential diagnosis of new growth and aneurysm, especially in regard to the presence and significance of a pulsating tumour.
A new growth anterior to the aortic stem would transmit definite pulsation, and in this way simulate an aneurysm, although the pulsation under these circuiastances would not be expansile. Careful X-ray examination would probably be hlle only method of arriving at a definite diagnosis.
In spite of the fact that the tumour has definitely diminished in size under treatment, and that no pulsation can be seen in the tumour on screen examination, I believe that the condition is one of saccular aneurysm of the first part of the aortic stem pointing directly forwards, and that its excursion is minimized by the presence of firm clot in its cavity and to some extent by the constricting effect of its pericardial investments.
Di8cue8ioAf.-Dr. T. JENNER HOSKIN said he thought the case was probably one of aneurysm of the ascending arch of the aorta for the following reasons: (1) Bulging of the right upper spaces. (2) Pulsation over second right intercostal space. (3) Diastolic shock over second right space. (4) Loud ringing aortic second sounds. (5) The typical X-ray with clearly-defined edge of tumour.
Dr. EVAN BEDFORD said he considered this a case of aortic aneurysm. Pulsation might not be present in saccular aneurysm.
A Case of Syphilitic Myocarditis. By T. JENNER HOSKIN, M.D.
A. C., AGED 54, stevedore, first attended out-patient department of National Heart Hospital, in March, 1923, complaining of pain in left upper chest, which he had had for three years and had been gradually getting more severe, especially after exertion. Also complained of frontal headaches, giddiness and insomnia.
On examination: heart large, apex-beat in 6th space 51 in. from mid-sternal line.
At apex first sound modified by blowing systolic murmur, and short diastolic murmur also heard. At base a loud to-and-fro murmur, most marked over second right space, but heard down both sides of sternum, the diastolic being traceable as far as apex region.
Blood-pressure 140/70: rate 72, regular; vessels thickened; pulse collapsing in character.
Hoskin : Syphilitic Myocarditis X-ray examination : Dilatation of first part of aorta, not sufficient to ob'scure upper-third of post-cardiac space.
Wassermann reaction strongly pc sitive. ELECTROCARDIOGRAM 1.-April, 1923. Marked left-sided preponderance, no widening or notching of "1QRS " complexes, small upright "1T " wave in leads 1 and 2, and inverted "T" in lead 3. ELECTROCARDIOGRAM 11.-December, 1923. Marked left-sided preponderance with widening and notching of " QRS "in all leads and small upright " T in all leads. Incomplete right bundle lesioni.
Other systems: Liver large and firm, lower edge being 3 in. below right costal margin. Teeth deficient and carious.
Patient put on moderate doses of potassium iodide and mercury pills, but Wassermann reaction still remained positive, and he was admitted to hospital, October, 1924, for course of N.A.B. Six injections of O-45 grin. were given weekly.
Temporary improvement, but in May, 1925, Wassermann reaction was still positive, X-ray showed slight increase of the aortic e'nlargement, and symptoms persisted. Patient was put on second course of N.A.B., six injections of 0-3 grin. and 0-6 grin. alternate weeks, and Wassermann reaction was negative, July, 1925. In September, 1926, Wassermann reaction was positive, in spite of potassium iodide and mercury, and a third course of N.A.B. was prescribed. Wassermann reaction negative in October, 1926, and bas remained so since.
In June, 1927, pericardial friction noted over pulmonary base, and patient stayed in bed for a fortnight.
Premature beats found from time to time.
In September, 1927, two sharp attacks of sneezing, suspected of being nasal crises, but examination of nervous system revealed no signs of involvement of C.N.S.
From time to time has complained of severe constant pain over left lower ribs. No splenic enlargement or pleurisy found. ELECTROCARDIOGRAM I11.-September, 1927. Further marked "QRS" changes; "T inverted in lead 1 and upright in leads 2 and 3.
In October, 1927, systolic retraction at apex was noted, valvular lesions remained unaltered, but pulse was less collapsing, anad blood-pressure was 110/60. A right bundle lesion is present, and hepatic enlargement remains as previously.
Generally is feeling much better, though has done no work yet. Cl-inically, the condition has not progressed to any extent s-ince 1924, and is now probably stationary.
Di8c,u8sion.-Dr. PARSONS-SMITH said he agreed that the conidition was one of widespread cardio-vascular syphilis and suggested that the recent attacks of severe pain in the left side and the branch-block which had recently developed were probably indicative of coronary thromboses. Without criticizing the treatment in anly way, he wondered whether there was any connexion between these latter manifestations and the vigorous antisyphilitic treatment prescribed.
Dr. EVAN BEDFORD said that syphilitic imyocarditis was too frequently diagnosed. In syphilitic aortitis it was common to find coronary narrowing and ischEemic changes in the myocardium. In the present case he thought there was ischffemic fibrosis of the myocardium and syphilitic aortitis with coronary narrowing. ,2 79
Dr. E. J. STOLKIND said that any clinical diagnosis of syphilitic myocarditis was uncertain. Even post mortem, except in cases of gummata, it was quite impossible to diagnose syphilitic myocarditis macroscopically. * So far, the microscopic discovery of spirochEetes or characteristic tissue lesions alone justifies the diagnosis of syphilitic myocarditis. He (the speaker) did not ascribe the pain in this case to angina pectoris, which, in his opinion, could not be provoked by diseased coronary arteries alone.
Dr. JENNER HOSKIN in reply said he agreed with Dr. Parsons Smith's remarks as to treatment, but that was not in his (the speaker's) hands. He did not like the use of salvarsan in myocardial cases, or cases of aortitis. When those conditions bad become established the disease had already run a long course, and there was not the same need for "rushing " the treatment as there was in acute primary syphilis. He was, therefore, content to treat such cases with potassium, iodide and mercury. He also agreed that in this case there were coronary changes, and the pain in the left lower chest might be due to a small thrombosis at the coronory terminals. The prognosis was difficult in this case. There had been little change in the past four years. It, was possible that the end might be a suddcn thrombosis. Attended again October 26, complaining of sudden loss of use in right foot three days previously; gait suggestive of paralytic foot-drop.
Tabes Dorsalis with
On Examination.-Knee-jerks absent; hypotonia; Argyll Robertson pupils; Romberg's sign well marked; history of girdle sensation for some months; right knee swollen, ? Charcot's joint.
Well-marked stocking annsthesia of right leg and less extensive loss of sensation on the left side.
Diagnosis of tabes confirmed in Neurological Department, and inability to move foot thought to be due to loss of sensation.
Wassermann and Sacbs-Georgi tests of blood and cerebro-spinal fluid strongly positive (as was to be expected). On the other hand, skiagrams show only advanced osteo-arthritis of both knee-joints and are not suggestive of Charcot's disease.
The peculiar feature of this case seems to be the cutaneous anesthesia in addition to the sudden complete loss of jointand muscle-sense in one part of the body.
